Objective: To present the case of severe acute pancreatitis and identify some of the deviations from practice guidelines, that could negatively affect treatment-related outcomes. Clinical presentation: A 66-year-old male presented at the city hospital with jaundice, fever and abdominal pain. Acute pancreatitis was diagnosed, but not properly classified, and open cholecystectomy with choledochotomy was performed. The patient developed multiple systemic and local complications and his condition worsened. The clinical condition was stabilized after long-term hospitalization (over 40 days) in Emergency Department and Clinic of Gastroenterology, but the recovery was not complete. Conclusions: Patients with acute pancreatitis caused by gallstones require careful preoperative assessment according to the current established recommendations.
IntroductIon
Acute pancreatitis (AP) is defined as an acute inflammatory process in the pancreas that may involve extrapancreatic inflammation including peripancreatic tissues and distant organs (particularly shock, pulmonary insufficiency, and renal failure). The clinically based classification system for AP was established in 1992 in Atlanta. Criteria for severity included organ failure and/or local complications, and were based on the Ranson signs and APACHE II scale. Based on the latest revision of this classification AP presents with three forms: mild, moderate and severe. In the severe form patients develop persistent organ failure, local complications such as peripancreatic fluid collections, pancreatic and peripancreatic necrosis, pseudocyst and walled-off necrosis [1] . Proper patient classification is crucial to appropriate and effective management.
The purpose of this paper was to present critical analysis of the acute pancreatitis misclassification and early management based on case report. We found interesting and important to describe apparent departure from the world standards and possible consequences related with it. Our intention was to indicate the importance of being familiar with current guidelines and recommendations in field, especially in the emergency situations. Finally, we wanted to provoke the discussion about world recommendations, physician experience, practice and reality.
clInIcAl presentAtIon
A 66-year-old male patient with a past history of hypertension and cardiac infarct was admitted to the hospital with jaundice, fever and severe abdominal pain radiating to the back, unresponsive to the regular painkillers and spasmolytics, lasting 3 days. He had no history of pancreatitis or other risk factors that would have caused him to develop the underlying condition. At initial presentation his serum lipase concentration was greater than 500 U/l, amylase concentration was 569 U/l in serum, and 3022 U/l in urine. Other laboratory abnormalities showed leukocytosis (16.5 G/l), anemia (Hb 9.5 g/dl, RBC 3.06 T/l, Htc 29%), elevated serum urea (14.82 mmol/l), and serum creatinine (465.87 µmol/l). In addition, abdo-minal ultrasound, as described by surgeon, demonstrated oedematous type of pancreatitis, gallstones, and gallbladder inflammation. Based on the clinical presentation and laboratory findings, the patient was diagnosed as having acute biliary pancreatitis. The patient was treated with routine open cholecystectomy and choledochotomy. The final diagnosis was made at time of surgery: exudative-necrotizing acute pancreatitis, diffuse peritonitis, cholelithiasis and choledocholithiasis. Pharmacological management included infusion fluids, cefuroxime, ascorbic acid, and analgesics. On day 5 of his treatment, the patient's condition worsened and was described as a "psychotic behaviour" caused by uremic encephalopathy.
The patient was redirected to the emergency department (ED) in a hospital 30 km away for dialysis therapy.
The patient's admission laboratory findings were: serum urea 30.2 mmol/l, creatinine 500.1 µmol/l, Hb 6.0 mmol/l, Htc 0.28 l/l, RBC 3.18 T/l, WBC 15.1 G/l, blood sugar 7.4 mmol/l, acid-base balance: pO 2 38 mm Hg, pCO 2 47 mm Hg, HCO 3 -15.7, BE -7.9, pH 7.1. Since biochemical tests did not meet an absolute indications for dialysis, the dialysis therapy was reconsidered and not initiated.
During the first few days in ED the patient's condition was described as unstable because of the following symptoms: intermittent fever up to 38.2°C, tachyarrhythmia with atrial flutter on day 6, increases of blood pressure up to 190/100 mm Hg, weakness, reduced level of consciousness, and respiratory failure with severe hypoxemia and pleural effusion. Computerized tomography (CT) showed enlargement of the pancreas with areas of necrosis at the pancreatic head, and inflammatory peripancreatic exudation with largest fluid collection (115 cm in length) between body of the pancreas, pancreatic tail, and stomach. Additionally CT scan revealed a massive both sided pleural effusion.
Patient received total parenteral nutrition and was treated with oxygen, digoxin (after unsuccessful electrical cardioversion), metronidazole, doxycycline, fluconazole, cilastatin, insulin, omeprazole, cocarboxylasum, potassium, furosemide, metoclopramide, acetylcysteine, ascorbic acid, pentoxiphillin, and infusion fluids.
After achieving relative clinical stability, patient was transferred to the higher level of care, Clinic of Gastroenterology on day 11, where the enteral nutrition was immediately administrated. During the hospital stay patient was treated with: probiotics, pancreatic enzymes, omeprazole, ranitidine, antibiotics, digoxin, antihypertensive drugs, metoclopramid, iron, red cell and fresh frozen plasma transfusions. Additionally patient underwent intensive rehabilitation treatment, resulting in enhanced functional outcomes.
After 30 days of hospitalization the patient was discharged from Clinic of Gastroenterology and his condition was described as a satisfactory. Abdominal sonography for follow-up examination showed gradual lowering of the cysts size.
dIscussIon
The paper presents the case of severe biliary AP with systemic and local complications (kidney failure, uremic encephalopathy, respiratory failure, diffuse peritonitis, septicemia, pancreatic necrosis, and fluid collections) and management during 41 days of hospitalization. It is worth underlining several contributing factors to the severity of the disease, length and costs of hospitalization, and prediction of survival and recovery.
Severe cases of AP, associated with an organ failure are quite rare, but morality rate in necrotizing type of AP is high and ranges 8-39%, comparing with 2-9% in all cases [2] . There is no doubt that surgical intervention in biliary AP is beneficial for the patients, and that in severe biliary AP emergency endoscopic retrograde cholangiopancreatography (ERCP) is mandatory. The method and timing of surgery depends on the severity of the disease and should be chosen using scoring systems (e.g. APACHE scale, Ranson criteria). Most authors indicate early sphincterectomy, and delayed (by weeks, months) laparoscopic cholecystectomy for severe AP as a standard [3, 4] . This surgical delay allows recovery from severe AP and can also coincide with procedures for internal drainage of pseudocyst or removal of necrotizing tissue. Moreover, in patients with severe pancreatitis, early open cholecystectomy is associated with much higher morbidity and mortality as compared with delayed laparoscopic surgery [5] . Surprisingly, the patient was treated with open cholecystectomy at admission, and ERCP was not performed. Such management could possibly affect further development of AP complications, worsen patient's general condition, prolong hospital length of stay, and, finally, markedly increase costs of hospitalization. Lack of energetic support within early phase of treatment is another striking fact of this case. Acute pancreatitis is a disease related with highly, and in severe form even dramatically developed catabolic processes characterized by energy expenditure, protein breakdown, and substrate utilization. As a result patients loose weight, their condition worsens and the risk of morbidity and mortality increases because of development of multiple organ dysfunction syndrome and sepsis. There is a substantial body of evidence that early enteral nutrition (EN) in severe AP is not only nutritional support, but also a treatment that minimalizes the severity of the inflammatory injury, and prevents bacterial or endotoxin translocation, and septic complications, which may occur when total parenteral nutrition (TPN) is used. Enteral nutrition is well tolerated and does not stimulate increased pancreatic secretion. Moreover, EN has potential benefits in terms of reduced costs -the cost of daily treatment is 20 USD for EN and 200 USD for TPN. Thus, when EN is possible, TPN should be avoided in severe AP [6] .
To decrease infectious complications of severe AP and its high mortality, patients should be treated with broad-spectrum antibiotics as a prophylaxis. The advantage is limited to patients with severe AP who receive broad-spectrum antibiotics that achieve therapeutic pancreatic tissue levels. It is worth mentioning that fungal infection is also a relatively common complication, so it seems logical that antifungal prophylaxis should be a part of combined management (together with antibiotics). In this case patient received most effective agents: cilastin, metronidazole, doxycycline and fluconazole. In the ED patient was treated with three antioxidants: acetylcysteine, ascorbic acid, and pentoxiphillin, a drug that additionally inhibits secretion of proinflammatory cytokines. It is important to remember that generation of proinflammatory cytokines and free radicals in AP leads to the local and systemic complications such as respiratory failure, renal dysfunction, gastrointestinal ischemia with bacterial translocation, and/or systemic inflammatory response syndrome. Thus, the therapy with antioxidants accompanied with conventional management seems to be reasonable, although the literature shows contradictory findings [7, 8] .
Finally, we want to comment one of the AP complications -the pancreatic pseudocysts. In this case fluid collections and pseudocysts were not surgically removed and the patient was treated conservatively. It is hard to discuss with such management, since surgical drainage, even if the cyst is large, still remains therapeutic dilemma and there is no consensus regarding methods of intervention if pancreatic pseudocyst is asymptomatic and not related with further complications. Some of the reports recommend surgical drainage for large-sized cysts after six weeks from the onset of AP, while the others indicate that the cysts should be drained only if uncontrolled pain or gastric outlet obstruction develop [9, 10] .
In summary, we compared described case with Practice Guidelines in Acute Pancreatitis [1] , and concluded: (1) severity assessment was not done properly and regularly (no contrast-enhanced CT scan 3 days after the onset of symptoms; in this case: at admission), (2) ERCP with endosocopic biliary sphincterotomy and stone removal, and/or delayed laparoscopic cholecystectomy were not performed, instead patient underwent open surgery, (3) supportive care should include aggressive fluid resuscitation, immediate oxygen supply, and enteral nutritional support as soon as possible -these interventions were not started soon enough, (4) patients with acute pancreatitis caused by gallstones require careful assessment according to current established recommendations.
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